Although the clinical features of radiation myelopathy are by now well documented, the differential diagnosis of intraspinal metastasis still presents difficulties. Most authors have come to the conclusion that a normal myelogram and normal protein content in cerebrospinal fluid (CSF) exclude metastasis and favour the diagnosis of a radiation lesion (Malamud et al., 1954; Itabashi et al., 1957; Dynes and Smedal, 1960 ; Pallis et al., 1961; Reagan et al., 1968; Coy et al., 1969; Tan and Khor, 1969; Eyster and Wilson, 1970; Burns et al., 1972; Ishida et al., 1973; Yaar et al., 1973) . It has even been stated that a certain diagnosis of radiation myelopathy can be made only by negative myelography (Burns et al., 1972) .
We report the clinical and pathological findings in a case of cervical myelopathy after irradiation of Histological examination of the thickened part of the cervical cord showed severe oedema and necrosis of almost the entire grey and white matter (Fig. 2b) . Only a thin subpial layer appeared to be viable at places. In spite of the extensive destruction of myelin sheaths and other tissue components, only occasional lipid macrophages could be identified. The blood vessels displayed hyaline thickening of their walls with occasional thrombosis as well as a few telangiectatic distensions and small perivascular haemorrhages. In certain areas there was marked perivascular cuffing and infiltration of the blood vessel walls with degenerating mononuclear cells and a few polymorphonuclear cells intermingled with an amorphous faintly PAS-positive material. In the atrophic portion of the cord (Fig. 2c) the anterior, lateral, and posterior funiculi had almost completely disappeared with minimal glial replacement. The grey matter, though severely affected, was, however, relatively preserved and a few atrophic nerve cell bodies were seen in the anterior horns. There was severe leptomeningeal fibrosis. The spinal nerve roots, particularly the posterior ones, were comparatively well preserved. Secondary degeneration of the ascending tracts (Fig. 2a) was noted in the upper cervical cord above the swollen portion. The thoracic cord below the atrophic segment showed atrophy of the descending pathways (Fig.  2d) .
DISCUSSION
The clinical picture of our case was quite typical of radiation myelopathy, corresponding to the fourth type described by Reagan et al. (1968) . However, a myelogram three months after the first symptoms of myelopathy had appeared gave a picture suggesting an intramedullary tumour causing a total block of CSF circulation. The CSF protein level was extremely high. At necropsy, no neoplasm was found and the histopathological features of the cervical spinal cord corresponded to radiation myelopathy (Kristensson et al., 1967; Zeman, 1968; Burns et al., 1972) . Thus, our myelographic observations seem to be in contradiction with the statements in the previous literature mentioned above.
However, Palmer (1972) , Lechevalier et al. (1973) , and Marty and Minckler (1973) have recently reported three further cases that came to necropsy of radiation myelopathy in which the CSF protein level was markedly elevated and myelogram showed block of the subarachnoid space due to expansion of the cord. Perusal of the literature has revealed additional cases of radiation myelopathy associated with definite swelling of the spinal cord at myelography, but without postmortem verification (Baldus, 1966; Lechevalier et al., 1973) .
It seems possible that the myelographic findings depend on the timing of the examination in relation to the appearance of neurological symptoms, as well as on the extent of the radiation lesion. In our own case and in the three similar cases mentioned above myelography was performed soon (within four months) after clinical onset, and necropsy revealed severe and extensive lesions. In the cases of Palmer (1972 ), Lechevalier et al. (1973 , and Marty and Minckler (1973) the interval between myelography and death was short (the patients died within four months from the onset of symptoms) and necropsy confirmed the myelographically observed enlargement of the irradiated spinal cord segments.
Our patient survived for a considerably longer time (nine months from the onset of symptoms and six months after the myelography). In contrast with the earlier myelographic thickening, necropsy revealed extreme atrophy of the lower cervical cord while the upper cervical segments were still extremely oedematous and necrotic. It therefore appears reasonable to assume that the two different types of lesion, oedema and atrophy, observed simultaneously in our case at necropsy, represent consecutive stages of a continuous process. This, as well as histopathological changes seen in the blood vessels, lends further support to the hypothesis that vascular lesions leading to increased permeability play an essential role in the pathogenesis of radiation myelopathy (cf. Kristensson et al., 1967) . On the other hand, the poor reaction of glial cells to tissue destruction is not easily explained by the vascular theory alone, and suggests a more complicated pathogenetic mechanism (cf. Zeman, 1968) . It is of interest to note that the atrophic portion of the cervical cord corresponded to the segment exposed to the highest radiation dose owing to partial overlapping of the three fields of irradiation.
As a final conclusion, we would like to stress that radiation myelopathy need not always be associated with a normal myelogram and normal CSF protein content, which can be increased to extremely high values as a consequence of a CSF circulation block.
